; their in vivo data indirectly indicated that rats had no compensatory absorption by other parts of the small intestine. Although their data are reasonable and support similar studies with chickens, an inherent problem of interpretation occurs because 3H-glucose can be metabolized in its passage through the mucosa. Thus, although they assumed that all the label measured was glucose, a part of it may have been converted to some tissue metabolite (e.g., CO2 and lactate) which was also counted as 3H-glucose. Here we measured the uptake rates of /3-methyl-D-glucoside (a non-metabolizable analog of glucose that is transported by the same monosaccharide-transport carrier as glucose) by mucosal cells in uninfected rats and in rats infected with E. nieschulzi. Our studies were designed to: (1) record the effect of the parasite on mucosal uptake of the glucose analog along the length of the gut; (2) determine whether or not there were any compensatory increases in uptake in uninfected parts of the gut; and (3) measure the extent of recovery of uptake rates. Infection with 104 oocysts did not effect weight gain of rats used in this study whereas infection with 106 oocysts produced weight loss by days 7 and 9 p.i., and this loss was still evident at day 16 p.i.
Early in the infection (days 2 and 4 p.i.), uptake rates were depressed in the proximal two-thirds at both dose levels, but these reductions were not statistically significant. The rates of uptake of 3-methyl-D-glucoside were significantly depressed in the first two-thirds of the small intestine on days 7 and 9 p.i. at both infection levels. By the time patency ended (16 p.i.) most rates measured were lower than in corresponding controls, but not statistically so. Throughout patency, uptake rates in control and infected animals were similar in the distal one-third of the small intestine (Fig. 1) .
The reduction in uptake rates seen here can be correlated with an increase in the total weight of the mucosa accompanied by hypertrophy of the crypts (Duszynski et al., 1978b We do not know whether the reduced uptake rates we measured play any significant role in total assimilation of dietary nutrients. In fact, some effects of the parasite may compensate for others. We know that E. nieschulzi will slow the rate of transit of intestinal contents during peak patency of heavy infections (Duszynski et al., 1978c, loc. cit.) . This decreased movement of gut contents would permit its prolonged contact with the intestinal mucosa and thus allow more time for uptake of nutrients to occur across a mucosal surface in which the rate of uptake has been impaired. Finally, the mammalian intestine has a high reserve capacity for absorption (Crane and Mandelstam, 1960, loc. cit.; Dowling and Riecken, 1974. Intestinal adaptation. F. K. Schattauer Verlag, Stuttgart-New York, 271 p.); thus even when uptake is reduced in infected areas of the small intestine, absorption by unaffected regions might be sufficient for adequate nutrition. However, the loss of weight might argue against this. This study as supported by Grant AM-11361 from the NIAID, NIH. Dr. Castro is the recipient of Research Career Development Award AI-00087.
